Aqp4 for astrocytes, Olig1 for OPCs, Cx3cr1 for microglia, Flt2 for endothelial, and Slc17a7 for glutamatergic cortical neurons, (E) interneuron populations (Chat, Npy), neurogenic and neural differentiation marker (Sox4, Sox11). (E) Expression plots of markers identifying neurogenic populations: proliferating cells (Mki67), neural progenitors (Ascl1), (F) neural progenitors derived from the lateral ganglionic eminence (Dlx2). F) Expression plots of genes important for iSPN specification (Sp9), mature SPN marker (Ppp1r1b), and major SPN subtypes (Drd1, Drd2). G) No changes in cell-type composition were observed between the average down-sampled datasets (10 iterations with 9,898 cells within each genotype) compared to the actual dataset. Figure 6. A-B ) No change in forelimb (A) or hindlimb (B) grip strength was detected across Foxp1 cKO mice. Data are represented as mean ± SEM. n=11 Foxp1 CTL ; n=17 Foxp1 D1 ; n=16 Foxp1 D2 ; n=12 Foxp1 DD . Forelimb: p=0.8520 (Foxp1 D1 ), p=0.6477 (Foxp1 D2 ), p=0.999 (Foxp1 DD ); Hindlimb: p=0.7225 (Foxp1 D1 ), p=0.6786 (Foxp1 D2 ), p=0.999 (Foxp1 DD ), one-way ANOVA with Dunnett's multiple comparisons test. C-F) Digigait analysis examining propel stance (C), shared stance (D), propel stride (E), or brake stance (F) across Foxp1 cKO mice. Only Foxp1 D1 mice exhibited a significant increase in left forelimb propel stance, propel stride, shared stance, and decrease in left forelimb break stance compared to control animals. Data are represented as mean ± SEM. Table S1 . Differentially expressed genes within clusters. Related to Figure 1 and 2 . Significantly enriched genes within each cluster identified within the total scRNA-seq dataset (all-cells) and the neuron specific re-clustering dataset. Columns show the gene name, average log fold change, cluster affiliation, percent expressed within that cluster, adjusted p-value. Table S2 . Cluster cell-type affiliation and number of cells within each cluster across genotype. Related to Figure  1 and 2 . The total number of clusters, total number of cells within each cluster across genotype, and cluster-cell-type affiliation are shown within respective columns for all-cells and neuron specific datasets. Table S3 . Pairwise differential gene expression analysis between dSPN and iSPN subclusters. Related to Figure  3 . Differential gene expression analysis was performed between each main subcluster within control dSPNs 5, 9) , control iSPNs (Clusters-2, 8), and Foxp1 D1 cKO dSPNs (Clusters-1, 3, 4). Table S4 . Pseudobulk differential gene expression analysis between individual Foxp1 cKO dSPNs or iSPNs relative to control dSPNs or iSPNs. Related to Figure 4 . All significant, differentially expressed genes uncovered in the pseudobulk analysis within iSPNs or dSPNs across Foxp1 cKO samples relative to the same cell-type in control samples. D1cKOs= Foxp1 D1 samples, D2cKOs= Foxp1 D2 samples, DDcKOs= Foxp1 DD samples. Table S5 . Gene ontology analyses of DEGs within dSPNs or iSPNs found in Foxp1 cKO samples. Related to Figure 4 and 5. GO analysis of Foxp1 regulated DEGs using Toppgene tool (https://toppgene.cchmc.org).
